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cLETTER TO THE EDITOR
A case of spontaneous coronary artery
dissection who had high titer of anticardiolipin
antibody (IgM) treated by emergent surgery
To the Editor
We have greatly enjoyed reading the report by
Shankarappa and co-workers entitled ‘Spontaneous asymp-
tomatic coronary artery dissection in a young man’ [1].
They presented a case of a young man of 25 years, who
had remained asymptomatic despite spontaneous coronary
artery dissection (SCAD). This case highlights the fact that
spontaneous dissections can occur at a young age and can
involve more than one coronary artery, without producing
clinical symptoms.
A previously healthy non-pregnant 38-year-old pre-
menopausal woman without classical risk factors for
atherosclerosis was admitted to our emergency service with
the complaints of severe crushing chest pain, fatigue, and
profuse sweating while doing housework. She stated that
chest pain did not resolve at rest. On hospital admis-
sion, resting ECG revealed approximately 2mm ST segment
depression in leads V4-V6 and 1mm ST segment eleva-
tion in aVR (Figure 1). On physical examination, she was
cyanotic and tachypneic. The skin was cold and clammy.
Arterial blood pressure and heart rate were 90/50mmHg and
112 bpm, respectively. Her respiration rate and oxygen satu-
ration were 21% and 88%, respectively. Diffuse ﬁne crackles
were heard in all of the lung ﬁelds. Cardiac auscultation
revealed S3 gallop and 1/6 grade systolic murmur in the api-
cal region. Bedside transthoracic echocardiography showed
severe hypokinesis in anterior wall. Left ventricular systolic
functions were depressed and ejection fraction calculated
with modiﬁed Simpson method was 45%. Mild mitral regurgi-
tation was detected in Doppler study. Creatine kinase MB iso-
form peaked at 152U/l. She was started on intravenous hep-
arin, tiroﬁban, aspirin, clopidogrel, furosemide, morphine,
and nasal 100% oxygen by face mask. Since she was hemody-
namically unstable and had ongoing ischemia, she was taken
into the catheterization laboratory. The coronary angiog-
raphy revealed a dissection of the left artery trunk which
blocked the origin of the circumﬂex coronary artery (LCX)
and extended into the second obtuse marginal branch with
TIMI 1 ﬂow (Figure 2A and B). Then the patient underwent
an aortocoronary double bypass. Interestingly, the patient
tested positive for anticardiolipin antibody (IgM) at a titre of
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doi:10.1016/j.jjcc.2009.05.0152 units (reference range 0—9). She displayed an uneventfull
ecovery after surgery and was discharged home 7 days later.
he was found to be symptom-free at 6-month follow-up.
Idiopathic SCAD is a rare cause of acute coronary syn-
rome in premenopausal women. SCAD is a rare cause of
yocardial ischemia, myocardial infarction, and sudden car-
iac death [2,3]. It has been observed in three groups of
atients: those with coronary atherosclerosis, women in the
eripartal and early postpartum period, and in a third inho-
ogeneous group without obvious associated factors, called
idiopathic’ [2,4], as in the current case.
The observed prevalence of acute myocardial infarction
n antiphospholipid antibody syndrome (APS) is low, ranging
rom 4—7%, and usually results from the association with
ystemic lupus erythematosus and premature atheroscle-
osis [5]. There is no reported association between SCAD
nd APS. Nevertheless, coronary bypass graft and angio-
lasty occlusions have been associated with the presence of
nticardiolipin antibody. APS is characterized by recurrent
rterial or venous thrombosis or fatal loss in the presence
f antiphospholipid antibodies. The exact pathogenesis is
nclear. Among the proposed mechanisms is the interac-
ion between antiphospholipid antibodies and the surface
embranes of cells involved in the coagulation cascade —
amely, platelets and endothelial cells [6]. Antiphospholipid
ntibodies cause endothelial perturbation and this may be
elated to altered regulation of the balance between media-
ors active on vessel dilatation or constriction [6]. Although
he patient had high anticardiolipin antibody (IgM) titers we
elieve that there is no conclusive evidence to support the
asualty of antiphospholipid syndrome in the pathophysiol-
gy of SCAD in the current case.
Optimal treatment of SCAD remains unclear; the spo-
adic nature of it has precluded the development of any
onsensus for a medical approach and therefore the treat-
ent is usually tailored to individual patient needs [7]. The
eneﬁt of thrombolysis is controversial: hypothetically, a
avourable effect could derive from the lysis of the throm-
us forming inside the false lumen, allowing the adhesion of
he intimal ﬂap and, therefore, reconstitution of the true
umen and reperfusion. However, thrombolysis could also
ause haemorrhage of the vasa vasorum with bloody effu-
ions inside the vessel wall, causing compression of the true
umen, further calibre reduction, and extension of the dis-
ected area through an increase in intraparietal pressure [8].
n the other hand, previously accomplished clinical studies
Published by Elsevier Ireland Ltd. All rights reserved.
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bigure 1 Admission ECG showing approximately 2mm ST seg
VR.ave suggested that overall mortality is lower in patients
reated surgically than in those managed medically [3];
owever, cases where a percutaneous approach with stent
eployment was possible have been reported with favorable
igure 2 Left coronary angiogram showing a dissection of the
eft artery trunk which blocked the origin of the circumﬂex coro-
ary artery (A) and extended into the second obtuse marginal
ranch of it with TIMI 1 ﬂow (B). Arrow denotes dissection.
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Rdepresssion in leads V4-V6 and 1mm ST segment elevation in
utcomes [9]. Indication for coronary artery bypass grafting
n patients with SCAD are: (a) left main dissection; (b) multi-
essel disease; and (c) failure of interventional procedures
10—12]. However, in selected cases, left main dissection
nd multivessel involvement may be treated with stenting as
ell [13]. Some authors recommend coronary artery bypass
rafting for any SCAD due to underlying coronary atheroscle-
osis [4]. In the current case, we concluded that surgery was
he best viable option for that patient regarding left main
tem involvement and the extension of the dissection into
he distal LCX.
In conclusion, although a signiﬁcant correlation between
ntiphospholipid antibodies and SCAD has not been reported
ntil now, antiphospholipid antibodies have been reported
n two cases of coronary artery dissection in postpartum
eriod in whom they were managed with intensive medical
reatment. However the current case underwent emer-
ent surgery since the dissection involved the left main
oronary artery. More importantly the current case was
he third one described in the literature of an association
etween SCAD and antiphospholipid antibody syndrome. We
elieve that further investigations are needed to examine
he role of antiphospholipid antibodies in the causation of
CAD.
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